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Aplant-derived alkaloid, known as ibogamine, or, more commonly, ibogaine, has
been shown to interrupt the vicious cycle of drug dependence, and has proven
particularly effective in combatting addictions to opiate narcotics, such as hero-
in, as well as to cocaine, other stimulants and even alcohol.  It has enormous

promise in a treatment that can overcome both the physiological and the psychological
problems of addiction, for not only does it speed up the withdrawal process but it also
helps addicts identify the root cause of their addictions and regain control of their lives.  

Ibogaine is primarily derived from the tropical plant Tabernanthe iboga which is native
to equatorial western Africa, but it has also been isolated from the Tabernanthe manii,
Ervatamia yunnanensis and Ervatamia orientalis shrubs, all being members of the
Apocynacae family.  Analysis of the leaves of Ervatamia orientalis, which grows mainly
in the coastal monsoonal vine thickets north of Gordon Vale in far north Queensland,
Australia, shows significant levels of ibogaine and an overall alkaloid profile that mirrors
the tabernanthe plant, Tabernanthe iboga.

Tabernanthe is a plant traditionally used by tribes in the Congo and the Gabon regions
of western Africa where it is valued for its variety of medicinal properties, as well as its
inebriating, aphrodisiacal and hallucinogenic effects when taken in high doses for ceremo-
nial purposes.  Bwiti tribesmen would chew the tabernanthe root on their long hunting
trips to reduce their fatigue levels and need for sleep.  The Mitsogho Bwiti and Fang Bwiti
tribes in the Gabon reportedly use the plant in their initiation rituals for both sexes.
Ceremonial preparation would require higher-dose intake by prolonged chewing of taber-
nanthe leaves and root bark.  The resultant experiential phases have been compared with
the stages observed in a study of 150 people who reported a so-called "near-death experi-
ence" (NDE) while temporarily clinically dead.    

The tabernanthe root was first taken out of Gabon in 1864 but was not described by the
Museum of Natural History in Paris until 1889.  A crystallised alkaloid was first isolated
from the root by Dybowsky and Landrin in 1901 and named ibogaine.  Several studies
were undertaken by French pharmacologists in 1901-05, establishing ibogaine's clinical
efficacy as a cardiac stimulant and as a treatment for neurasthenia and asthenia.  However,
it was not until 1939 that serious study was resumed into this alkaloid's pharmacodynamic
and therapeutic potential.  And because of its hallucinogenic properties, the tabernanthe
root managed to find its way into modern-day drug culture in the 1960s, and was eventu-
ally classified as an hallucinogenic substance in 1972.   

In 1962, a former heroin addict named Howard Lotsof took ibogaine in his search for a
new way to get high.  After a 36-hour hallucinogenic experience, he no longer craved
heroin.  Most remarkably, he did not experience any of the severe withdrawal symptoms
that are normally associated with heroin.  Lotsof shared the ibogaine with six other
addicts, five of whom lost their desire for heroin.  These amazing results prompted Lotsof
to conduct further research into ibogaine's effects.  From the mid-'80s to early '90s, Lotsof
secured several patents on the use of ibogaine for treating drug and alcohol addiction.  

Although about 40 addicts have been treated in the Netherlands since 1990 in controlled
trials, ibogaine has not yet been approved by the US Food & Drug Administration (FDA)
for use in the United States, where it is illegal.   

MEDICAL TREATMENT OF CHEMICAL DRUG DEPENDENCE
Ibogaine is not a substitute for narcotics or stimulants; it is not addictive, and it is given

in a single administration modality (SAM).  It is a chemical dependence interrupter.  Re-
treatment may occasionally be needed until the person being treated with ibogaine is able
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to extinguish certain conditioned responses related to the drugs
they abuse.  

Early data suggest that, for many patients, a period of approxi-
mately two years of intermittent treatments may be required to
attain the goal of long-term abstinence from narcotics and stimu-
lants.  The majority of patients treated with ibogaine remain free
from chemical dependence for a period of three to six months
after a single dose.  Approximately 10 per cent of patients treated
with ibogaine remain free of chemical dependence for two or
more years from a single treatment, and an equal percentage
return to drug use within two weeks after treatment.  Multiple
administrations of ibogaine over a period of time are generally
more effective in extending periods of abstinence.

Ibogaine was first reported to be effective in interrupting opiate
narcotic dependence disorders in US
Patent No. 4,499,096 (Lotsof, 1985),
cocaine dependence disorders in US
Patent No. 4,587,243 (Lotsof, 1986), and
poly-drug dependence disorders in US
Patent No. 5,124,994 (Lotsof, 1992).  

The initial studies demonstrating ibo-
gaine's effects on cocaine and heroin
dependence were accomplished in a
series of focus group experiments by
Howard S. Lotsof in 1962 and 1963.  

Additional data on the clinical aspects
of ibogaine in the treatment of chemical
dependence were reported by Kaplan
(1993), Sisko (1993), Sanchez-Ramos
and Mash (1994), and Sheppard (1994).

Prior to ibogaine's evaluation for the
interruption of various chemical depen-
dencies, its use was reported in psy-
chotherapy by Naranjo (1969, 1973), and
at the First International Ibogaine
Conference held in Paris (Zeff, 1987).  

The use of ibogaine-containing plants
has been reported for centuries in west-
ern Africa in both religious practice and
in traditional medicine (Fernandez, 1982;
Gollnhofer and Sillans, 1983, 1985).

An overview of the history of ibogaine
research and use was published by
Goutarel et al. (1993).

Claims of efficacy in treating depen-
dencies to opiates, cocaine and alcohol in
human subjects were supported in preclinical studies by
researchers in the United States, the Netherlands and Canada.
Dzoljic et al. (1988) were the first researchers to publish ibo-
gaine's ability to attenuate narcotic withdrawal.  Stanley D. Glick
et al. (1992) at Albany Medical College published original
research and a review of the field concerning the attenuation of
narcotic withdrawal.  Maisonneuve et al. (1991) determined the
pharmacological interactions between ibogaine and morphine, and
Glick et al. (1992) reported ibogaine's ability to reduce or inter-
rupt morphine self-administration in the rat.  Woods et al. (1990)
found that ibogaine did not act as an opiate, and Aceto et al.
(1991) established that ibogaine did not precipitate withdrawal
signs or cause dependence.

Cappendijk and Dzoljic (1993) published ibogaine's effect in
reducing cocaine self-administration in the rat.  Broderick et al.
(1992) first published ibogaine's ability to reverse cocaine-
induced dopamine increases and, later, reported on ibogaine's

reduction of cocaine-induced motor activity and other effects
(1994).  Research by Broderick et al. supported the findings of
Sershen et al. (1992), that ibogaine reduced cocaine-induced
motor stimulation in the mouse.  Sershen (1993) also demonstrat-
ed that ibogaine reduced the consumption of cocaine in mice.  

Glick (1992) and Cappendijk (1993) discovered in the animal
model that multiple administrations of ibogaine over time were
more effective than a single dose in interrupting or attenuating the
self-administration of morphine and cocaine, supporting Lotsof's
findings in human subjects (1985).  

Popik et al. (1994) determined ibogaine to be a competitive
inhibitor of MK-801 binding to the NMDA receptor complex.
MK-801 has been shown to attenuate tolerance to opiates (Trujillo
and Akil, 1991) and also to alcohol (Khanna et al., 1993).  MK-

801 has also shown a blockade of
"reverse tolerance" of stimulants
(Karler et al., 1989).  

Ibogaine's effects on dopamine (a
substance hypothesised to be
responsible for reinforcing pleasur-
able effects of drugs of abuse) and
the dopamine system were found
by Maisonneuve et al.  (1991),
Broderick et al. (1992) and Sershen
et al. (1992).  Ibogaine binding to
the kappa opiate receptor was
reported by Deecher et al. (1992).  

Thus, a broad spectrum of mech-
anisms is evident by which ibo-
gaine may moderate the use of sub-
stances as diverse as opiate nar-
cotics, stimulants and alcohol.  

PROGRESSION OF EFFECTS 
Ibogaine's actions are understood

to progress in three stages:  
(1) A four-to-six-hour period

emulating dreaming, in which
intense sounds, lights, visual pre-
sentations and life-review thoughts
or processes are experienced.  

(2) A cognitive or intellectual
period in which those experiences
of the first phase are subjected to a
high-energy evaluation process,
then integrated into a new ego

structure. 
(3) A period of residual stimulation, eventually resulting in

sleep.  Lotsof describes this final phase as comprising three-to-
four-hour sleep periods over a 24-to-40-hour duration.  The sub-
ject rises from this in great form and with a new self-confidence.

By way of comparison, in a study of 150 people "rescued from
death", American cardiologist Michael Sabom noted the following
general progression as being typical of the near-death experience:

(1) Autoscopic phase:  subjective feeling of being dead; peace
and well-being; disembodiment; visions of material objects and
events;

(2) Transcendental phase:  tunnel or dark zone; evaluation of
past life; light; access to a transcendental world/entering the light;
encounters with other beings; return to life.

Interestingly, many of these individuals underwent a spectacu-
lar transformation during their NDEs.  Many who reported seeing
their whole lives flash before their eyes no longer feared death;

The Tabernanthe iboga plant, source of ibogaine. 
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they felt stronger, more optimistic and calm, and were able to
contemplate life more positively.

With ibogaine treatment, it is after the patient awakens that the
effects are principally noticed, for the majority of patients no
longer desire to seek or use the drugs they were abusing.
However, it should be noted that the response to ibogaine is very
individual, just as the patient has individual characteristics.  

According to Lotsof, patients report a reduced need for sleep
for a period of up to four months, sometimes for up to six months,
after receiving the ibogaine treatment.

A young Dutch woman has written this about her experiences
with ibogaine treatment: 

"I lost interest in drugs in general because the effect of ibogaine
goes far beyond their effect, though not necessarily in a pleasant
way.  Up until four months after the treatment I kept experiencing
colours and light very intensely.

"Ibogaine was a mental process for me, a form of spiritual
purification and a truth serum in which I had to experience its
results through time.  It's only now, after six months, that I can
say I'm not addicted any more.  It takes time
to admit that there is no way back. Ibogaine
is not a solution in itself, although it takes
away withdrawal completely."

Ibogaine provides the means for overcom-
ing addiction, but the subject must have the
desire to change.  Ibogaine helps the individ-
ual realise that all knowledge is available to
cure him/herself, if that is truly what is
desired. 

CLINICAL PROTOCOLS
The effects of ibogaine treatment are

viewed in three categories:  acute,
intermediate and long-term.  The acute
and intermediate effects have some-
times been referred to as the effects and
after-effects.  The two major effects of
ibogaine are:  (1) the ability to interrupt
narcotic and stimulant withdrawal, and
(2) the attenuation or elimination of the
craving to continue to seek and use opi-
ates, stimulants and alcohol (Lotsof,
1985, 1986, 1989).  

Knowledge concerning the use of
ibogaine in treating alcohol dependence
is limited to:  (1) a single-alcohol-only
dependent patient, and (2) the attenua-
tion and, in some cases, cessation of alcohol use in persons treated
for poly-drug-dependence disorders.  

Ibogaine's ability to treat nicotine dependence (Lotsof, 1991)
has been seen in poly-drug-dependent subjects treated primarily
for opiate and/or cocaine use.

Some general considerations should be noted regarding treat-
ment protocols.  The treatment team has four primary obligations:  

(1) to earn the trust of the patient; (2) to maintain the comfort of
the patient; (3) to assist the patient in interrupting his/her chemical
dependence; and (4) to supply the psychosocial support network
needed by the majority of patients to enable them to develop a
sense of personal accomplishment and the ability to function as
productive members of society.  This is a process the Dutch treat-
ment community refers to as "normalisation".

In the Lotsof Procedure™ (for which a manual is now being
prepared), the sense of conflict seen in most treatment modalities

between the doctor and patient over the immediate ceasing of
drug use does not exist.  If narcotic-dependent, the patient is
allowed to continue the use of narcotics until a certain time prior
to treatment with ibogaine.  There is no conflict over opiate use
before treatment because, as Lotsof maintains, ibogaine will either
work to interrupt chemical dependence or it will not.  In the pro-
cedure, any patient dependent on stimulants is not maintained on
stimulants, and this practice has not created problems for patients
or medical staff.

Before the Lotsof Procedure was conducted in hospitals under
experimental trial conditions, addicted patients were allowed to
use their personal supply of narcotics until the evening before ibo-
gaine treatment.  However, during hospital-administered ibogaine
sessions, the narcotic-dependent patient is maintained on medica-
tions prescribed by the principal investigator during the three-to-
five-day intake process preceding their treatment with ibogaine.  

Even under these circumstances, patients' distrust of the med-
ical establishment and their extreme fear of going into withdrawal
has resulted in narcotics being smuggled into hospital environ-

ments.   As a protective mechanism, all patients
scheduled for ibogaine treatment in a hospital
must undergo a thorough physical examination
upon admission and allow all their possessions
to be searched.  This serves two important
functions.  Firstly, it limits the possibility of
accidental overdose from secreted narcotics,
stimulants or other drugs.  Secondly, it allows a
more comprehensive understanding of the
patient's physical health, since many of the peo-
ple seeking treatment for chemical dependence
have often masked numerous health problems
for years or even decades by self-medicating

with illicit, addictive drugs.

ACUTE EFFECTS REGIMEN
The acute effects of ibogaine are dra-

matic.  The initial reaction in the patient
is usually noted within 45 minutes after
intake of the oral dose, and full effects
are generally evident within 2 to 2 1⁄2
hours.  The earliest subjective indication
by the patient of ibogaine's effects is the
report of a pervasive oscillating sound.
The patient tends to lie down, and if
asked, to stand or walk, shows signs of
ataxia.

The protocol for the Lotsof Procedure
stipulates that the patient remain in bed with as little movement as
possible from the time of ibogaine administration, as nausea asso-
ciated with ibogaine use has been proven to be motion-related or,
in later stages (those longer than four hours after administration),
possibly a psychosomatic reaction to previously repressed trau-
matic experiences.  

In addition to keeping the patient as still as possible, the proto-
col suggests use of a non-phenothiazine anti-nauseant, as phe-
nothiazines may interfere with the psychoactive properties of ibo-
gaine.  If the patient vomits in less than 21⁄2 hours after the admin-
istration of ibogaine, an examination of the regurgitated material
should be made to determine how much ibogaine may have
already been absorbed by the patient.  A rectal infusion of ibo-
gaine to supplement the lost portion of the dose may be provided
if it is not possible for this dose to be administered orally, but only
if the patient has previously consented to this mode of dosing. 
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AUTONOMIC RESPONSES
During the first through the fifth hour of ibogaine treatment

there is a moderate rise in the patient's blood pressure of 10 to 15
per cent and, in some cases, an associated decline in the pulse
rate.  The most significant autonomic changes occur between 11⁄2
and 21⁄2 hours after administration of therapeutic doses of ibogaine.  

In many cases, the patient's pulse rate is elevated due to anxiety
prior to the administration of ibogaine.

THE VISUALISATION PHASE
One of ibogaine's principal effects during its first phase of

action is to produce a state which emulates dreaming, although
the subject is fully awake and has the ability to respond to the
treatment staff's questions.  

In most cases, people under the influence of a therapeutic dose
of ibogaine do not wish to speak.  They prefer instead to pay close
attention to the visual presentation of
memories or phenomena they are
experiencing—visuals that have been
noted to have both Freudian and
Jungian connotations.

The experiencing of visual material
is rapid.  Some patients have
described it as a movie run at high
speed; others as a slide show, each
slide containing a motion picture of a
specific event or circumstance in the
viewer's life.  In either case, the pre-
sentation of visual material is so com-
pressed and fast-moving that distrac-
tion of the patient for even a moment
may interfere with the process of abre-
action.  Therefore, medical staff intrusion should be kept to a min-
imum during the ibogaine treatment's primary phase.

COGNITIVE EVALUATION 
Following the visualisation stage, the second phase of ibo-

gaine's action during the Lotsof Procedure is one of the patient's
intellectual evaluation of previous experiences and decisions.
This occurs after the visualisation phase, which generally ends

abruptly after a three-to-five-hour period.  However, individual
reactions and variations are the norm and not the exception within
the parameters of the procedure.

As for the patient's own process of evaluation, when the patient
made various decisions in the past, those decisions appeared to be
the only options available at the time.  However, with ibogaine's
effect of allowing the re-evaluation of life, actions and behaviour,
the patient can come to understand that alternatives to those origi-
nal decisions were in fact available at the time.  This knowledge
appears to enable the patient to modify his/her current behaviour
and cease dependence on drugs.

BEHAVIOURAL IMMOBILITY DURING TREATMENT
During the periods of visualisation, and extending into the stage

of cognitive evaluation, patients will demonstrate a state of behav-
ioural immobility (Depoortere, 1987) during which brainwave

patterns associated with dreaming and
sleep, but distinct from those states,
are represented by rhythmic, slow
activity of 4-6 Hz.  These EEG pat-
terns are associated with a state char-
acterised by a lack of movement.  

Some early observers of the Lotsof
Procedure (Kaplan, 1990) initially
believed that the condition represent-
ed paralysis, but when patients were
asked to stand and move around, the
patients were able to do so, albeit
with some degree of difficulty.

INTERRUPTION OF CRAVING
The acute interruption of the crav-

ing to seek and use drugs of abuse is unique to the Lotsof
Procedure as a treatment modality for chemical dependence disor-
ders.  This effect is generally not noticed by the patient until ibo-
gaine's principal actions (visualisation, cognitive evaluation,
behavioural immobility and significant residual stimulation) are
no longer evident and the patient has had the opportunity to sleep.  

The initial recognition of lack of craving is usually noticed 48
to 72 hours after ibogaine administration.  In a minority of treat-

ments, recovery and absence of craving
may be evident to the person being treated
in as little as 24 hours.  Medical staff, on
the other hand, usually notes the absence
of craving in the patient in 45 minutes to
11⁄2 hours after ibogaine administration.

According to NDA International (the
medical development company set up by
Howard Lotsof to supervise experimental
therapy according to the Lotsof
Procedure), its experience gained in recent
years with the treatment of 20 persons out-
side the US has shown that the majority of
patients may need a series of treatments
before they can extinguish their condi-
tioned responses (cravings) to a long his-
tory of chemical dependence.  However,
three of these patients only required a sin-
gle treatment to  interrupt their chemical
dependence for a minimum of two years.  

One advantage of ibogaine is that it
allows the patient time-periods free of
craving.  It is during those times that the
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psychiatrist, social worker, therapist, paraclinician and the patient
often bond into a cohesive working group to accomplish a state of
long-term non-dependence to the drug(s) of abuse for which the
patient is under treatment. 

REDUCTION IN THE NEED FOR SLEEP
In all cases, ibogaine reduces the patient's

need for sleep to as little as three or four
hours a night.  This effect may last a month
or more, gradually returning to normal.  

Two theories have been put forth concern-
ing this effect.  The first theory suggests the
long-lasting bioavailability of ibogaine or
one of its metabolites.  This is in keeping
with pharmacokinetic studies conducted at
the University of Miami (Mash, 1995).  The
second theory suggests that the cause is the
decrease in the psychological requirements
for sleep associated with the need to dream.
Evidence supporting this theory is that ibo-
gaine promotes an intense emulation of
dreaming that lasts for many hours during
its acute stage of activity.

The reduction in the need for sleep is
viewed by the majority of patients as a dis-
comfort, since they have been used to using
drugs and sleep as escape mechanisms.
These patients may require some mild form
of sedation during the first days after ibo-
gaine treatment.  

Normal precautions should be taken in
providing sedatives to persons with a history
of chemical dependence.  In a minority of cases, patients have
used this newly available time to advantage in their busy work
schedules.

PSYCHOSOCIAL SUPPORT 
All aspects of treatment for chemical dependence disorders

common to other treatment modalities are common to ibogaine
treatment.  

The patient's characteristics in terms of
psychopathology, behaviour, societal
accomplishments, as well as the skills of the
treatment team are significant to treatment
outcomes.

In cases when the patient already has the
occupational and educational skills needed
to succeed in society, the task may be some-
what easier.  

In cases where the patient does not have
those societal skills, or lacks medical care
for disorders other than chemical depen-
dence, care and training must be provided
through psychosocial support structures.

Trauma suffered by the patient during
childhood appears to play an important part
in the drive for love and the fear of aban-
donment that is common to many of the
patients treated (Bastiaans, 1991).

Many of the accepted parameters of dis-
tance between the therapist and the patient
are not effective in ibogaine treatment.
Patients will require closer and more inten-
sive guidance, and generally be more open
to it.  They will require faster intervention
to learn societal skills and to overcome and
understand objectively the various traumas
experienced during their lives.  

Ibogaine is therefore not a treatment modality for clinicians
whose preference is simply to administer a pill and then distance
themselves from their patients.

Flower of the Tabernanthe iboga plant.
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FEMALE PATIENT SAFETY
One 24-year-old female patient, treated for chemical depen-

dence in ibogaine trials in the Netherlands, died from undiagnosed
causes.  Although the autopsy did not determine the cause of her
death, ibogaine levels of 0.75mg/litre were recorded in the blood.
This level has not been seen to be toxic in animal research or in
prior human studies undertaken by NDA International.  

Subsequent to this death (and to a previously reported death of
a Swiss woman who received ibogaine during a psychotherapy
session in Europe which was totally unrelated to NDA's research
program) the FDA excluded women from the clinical trials
presently taking place at the University of Miami.  

However, the FDA decision is contrary to the gender guidelines
of the National Institutes of Health.  The NIH guidelines call for
the inclusion of women at the earliest stages of clinical trials, in
order to provide the greatest determination of safety for women.  

NDA International reports that 30 per cent of its patients have
been women and they have shown no negative effects from taking
ibogaine either during or after treatment.  However, considering
all of the circumstances, the Lotsof Procedure should be adminis-
tered only in a hospital or clinic with the patient under continuous
staff observation and electronic monitoring.

An ongoing international research program is collating evi-
dence to determine an hypothesis for the cause of death of the
woman in the Netherlands.  Additionally, NDA International is
seeking Swiss Government cooperation concerning the death of
the Swiss woman.

IBOGAINE TREATMENT LOGISTICS 
NDA International, Inc. has received many requests for infor-

mation concerning ibogaine treatment for drug dependence.  
Currently, the only treatments authorised by a health ministry

are administered in hospitals in Central America as part of an
experimental program.  

Due to the significant expense of hospitalisation and the logis-
tics involved with this program, the base cost per person can be
US$15,500 for participation in treatment within a group of three.

The cost of an individually scheduled treatment is significantly
higher.  These charges do not include the preliminary medical
evaluations, or transportation to and costs in New York for
required pre-treatment and post-treatment medical screening.

If you require further information on referral for ibogaine treat-
ment, write to:

Intake Department
NDA International, Inc.
PO Box 100506 
Staten Island, NY 10310-0506
USA

Your letter should provide statements including the following:
1. You are seeking treatment with ibogaine.
2. You understand that ibogaine is an experimental therapy and

has not been approved by the US Food and Drug Administration
(FDA).  If you reside in a country other than the United States,
state that you understand that ibogaine is an experimental therapy
and not approved by the health department of the country where
you reside.

3. Include a brief history of your current and previous drug use.  
4. List any medical conditions you are aware of, and any med-

ications you are taking or have taken during the last 12 months
(including, but not limited to, anti-psychotics, anti-depressants,
cardiovascular drugs, anti-hypertensives and anti-convulsants).

5. Print and sign your complete name and provide your mailing
address, telephone number and e-mail address. ∞

Start campaigning to make Ibogaine
available in Australia now!  Contact
your local politician and health-care

practitioner and help get loved ones off
drugs of dependency!
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